Despite the obvious superficial similarity in children with autistic-like behaviour, there are important differences amongst them. Until successful methods are devised for dis criminating meaningfully between the sub groups of children of this population, loosely called 'psychotic', 'autistic', and 'schizo phrenic', the chance of discovering the causes and the remedies for these disorders will remain very poor.
In the history of medicine it has been shown time and again that discovering a cure for an illness depends upon distinguish ing individual disease conditions from other conditions which resemble it. A classic case in point is the history of 'the fevers'. No progress was made for centuries in treating 'the fevers'. Some physicians claimed that they had observed improvement when their patients were given quinine, while others in sisted that they had found quinine of no help whatever. Progress was not possible until it was learned that 'the fevers' really were a conglomerate of diseases, including tuber culosis, cholera, malaria and typhus.
Present understanding that there is a variety of types of mental retardation dates from less than 100 years ago, when the British physician, Langdon Down, first de scribed the child with Down's syndrome or mongolism as being differentiable from the majority of retardates. It is now known how important it is to classify retardates into etiological types, since certain of these can be treated with some success -cretinism, PKU, galactosemia -• and progress in treat ing the other identifiable conditions is con stantly being made. The difficulty which would be experienced in evaluating the spe cial diet for PKU children if there were no way of differentiating such children from the rest can be imagined. The medical report might read: "We tried the special diet on 100 institutionalized retardates, and only three of the children showed any improve ment. Since this could have occurred by chance, we are abandoning the treatment." This would be unfortunate indeed for the three unknown PKU children in the group and the thousands like them elsewhere who could have been helped.
Although PKU children can now be iden tified, the example is not far-fetched. There are many research studies on groups of socalled 'autistic' children where the results of blood or urine tests were described as nega tive because the average values were not dif ferent from the averages for a control group of normal children. Forgotten was the fact that the group of autistic children was really a mixture containing a few children with possible abnormal findings on the test. How often have supposedly scientific studies de scribed as ineffective a certain drug or vita min after its trial use on a heterogeneous group of children, all carelessly labeled 'autistic'.
For the past 15 years I have devoted much time to developing a method for classifying psychotic children into etiologically meaning ful subgroups, just as retardates can be so categorized into subgroups. Unfortunately, much less is known about the biochemistry of the childhood psychoses than about the bio chemistry of retardation, and it is therefore necessary to rely on behavioural and other indirect symptoms in order to develop a method of classification, just as the physical appearance of mongoloid children was the criterion for diagnosis until the chromosome tests were developed.
Infantile Autism (3), published in 1964, contains an experimental check list (Form E-l, later revised as E-2), designed to be completed by the parents, and intended to identify true cases of infantile autism. The files of the Institute for Child Behavior Re search in San Diego now contain E-2 forms completed for over 3,000 children, by parents and professionals from throughout the United States and over 30 other countries.
At present, Form E-2 can be analysed so as to determine, with a high degree of assur ance, whether or not a certain child is a case of classical early infantile autism (Kanner's syndrome). To do this a score based on the symptoms and characteristics known to be diagnostic of autism is totalled. The E-2 scores range from about -40 to +40. Chil dren whose score exceeds +20 are diagnosed as having true infantile autism (4) but only about 10 percent of all children loosely called 'autistic' have scores of +20. The other 90 percent of the children are for the moment called 'autistic type', but I am work ing with several experts in computer-clusteranalysis methodology to develop methods of sorting the non-classically autistic part of the population into smaller, meaningful sub groups.
The records of several hundred children for whom multiple diagnoses had been recorded were found in the files of completed E-2 forms. It was not unusual to find four or five different diagnoses for a single child. The Table shows how much disagreement is found where two clinicians have diagnosed the same child. The agreement between the first and second diagnoses is so low as to be practically random (5) .
The ultimate test of whether the E-2 form is effective in discriminating cases of classi cal infantile autism from the remaining, un differentiated group of children who are loosely described as autistic, is clearly de pendent upon laboratory verification of the differentiation. Two recent studies demon strate that E-2 does indeed reflect real and important physiological differences between children who score above +20 and those who do not. In the first study (1) a striking difference was found in the outflow of sero tonin from the blood platelets of children diagnosed by this method as classically autistic, when compared to a control group of normal children. In the second study (2) the serotonin outflow of two groups of psy chotic children was compared on a blind basis. As predicted, those whose E-2 score exceeded +20 showed much greater sero tonin outflow than those who scored low. Form E-2 agreed with the biochemical test for 9 out of 10 children. Additional cases have since been tested, and near-perfect agree ment between the E-2 score and the labora tory test continues to be found.
Recently this Institute has completed a large-scale study of the use of high dosages of certain vitamins as a means of treating autistic and autistic-type children (6) . The concept is that a genetic error of metabolism in some psychotic children causes their central nervous systems to require up to several hundred times the usual quantity of certain vitamins. Over half the sample bene fited from the vitamins, and those who did could be differentiated from those who did not in terms of their E-2 scores, at the .02 level of significance. Ret.
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Resume
Le libre usage du term "autistique" par les chercheurs s'interessant aux psychoses infantiles embrouille trop souvent les resultats et empeche les conclusions sures. L'auteur a developpe une liste de verification, la formule E-2, qui permet de differencier le sous-groupe d'autisme infantile classique (syndrome de Kanner) des autres psychoses infantiles. Deux etudes sur les taux sanguins de seroto nin et une sur la therapie megavitaminique confirment la meme distinction du sousgroupe de Kanner que celle apportee par cette formule E-2.
DISCUSSION
PHILIP G. NEY, M.D. 1 Dr. Rimland contends that autism is a distinct entity. Many see it as the end of a continuum of childhood schizophrenia, others as a variant of brain damage or a type of retardation. It may be a Whorfian phenomenon, existing only be cause it has a name.
To most child psychiatrists, autismt is real, one of the most unique and intriguing syn dromes. Clinicians recognize an autistic child when they see one. Parents sense that these child ren are very different. Researchers agree that they can be diagnosed with 80 percent or better interobserver reliability (1,2). The validity of Dr. Rimland's statement that the science of diagnosing autism is in a state of chaos be cause of the large percentage of disagreement between the diagnosis by "professionals", as reported by parents, is dubious. Childhood psychosis is apparently the second easiest dis order to diagnose unless a variety of sub-groups (which may or may not exist) is sought (2) .
Dr. Rimland's statement that etiology awaits nosology (5) is undoubtedly correct. Many studies on autism do not describe the diagnostic criteria, or if criteria are used how they are arrived at. Since these studies cannot be repli cated they have little scientific value. Dr Rim land is to be commended for his efforts -with forms E-l, E-2, and E-3 he has devised tools which, in his own words, are ". . . sufficiently accurate to permit at least some potentially constructive findings." He has tried to validate these as research instruments, but in this area there is some doubt. If these forms are as useful in diagnosing schizophrenia and differentiating various sub-groups as he hopes, researchers will be able to put together homogeneous patient samples and determine etiology more accurately.
The questions still outstanding are:
• What is the actual distribution of symptoms from Dr. Rimland's checklist? To date it is
